Pathogenesis of atherosclerosis.
Atherosclerosis, a common and complex disease, results from multiple interactions among injurious stimuli and the healing or reparative responses of the arterial wall. After endothelial injury, direct cell-cell interaction, and secretion of chemotactic and growth factors resulting from endothelial cell dysfunction, induce recruitment of monocytes to subintimal regions, smooth muscle cell proliferation, and increased synthesis of matrix proteins. The recruited monocytes become macrophages, accumulate lipid, and ultimately become foam cells. Together with accompanying T lymphocytes, these changes represent the fatty streak, an early histopathological change indicating atherosclerosis. Progression of this atherosclerotic lesion is marked by the accumulation of alternating layers of smooth muscle cells and lipid-laden macrophages. The advanced lesions of atherosclerosis compromise the lumen diameter and, thus, reduce the blood flow in arteries and ultimately participate in the mechanisms that lead to occlusion of the involved arteries.